The case of a 26-year-old male chronic smoker is reported, who had thrombotic incidences on three occasions in both upper and lower limbs over a 10-month period. Laboratory examinations, including hematologic studies and creatinine, cholesterol, and glucose levels, were normal. However, IgG and IgM anticardiolipin antibodies were detected. Duplex ultrasonography confirmed
Thromboangiitis obliterans or Buerger's disease is an occlusive, inflammatory, non-atherosclerotic vascular disease of unknown etiology that affects mainly the small and medium arteries, veins, and nerves (1) .
Smoking is one of the most important factors in the onset and progression of this disease, but the cause is unknown. The humoral and cellular sensitivity of tobacco to glycoprotein (2) , autoimmune mechanisms, and a genetic predisposition are causative factors (3) .
Ischemia of the extremities and intermittent claudication are the most common clinical symptoms (1). Raynauld's phenomenon, superficial thrombophlebitis, and involvement of the upper limbs occur in 30% to 40% of the patients (4) .
The diagnosis of the disease is clinical and is made according to diagnostic criteria. The most frequently used criteria are those suggested by Shionoya, which are: (a) smoker; (b) less than 50 years of age; (c) occlusion of infra-popliteal artery; (d) involvement of the upper limbs or migratory phlebitis, and (e) absence of the risk factors for atherosclerosis except for smoking (5) .
Anticardiolipin antibodies are associated with arterial and venous thrombosis, repetitive miscarriages, and thrombocytopenia (6, 7) . Reports associate Buerger's disease with the presence of anticardiolipin antibodies (8, 9) . The aim of this study is to emphasize this association and discuss its implications.
CASE REPORT
A 26-year-old patient, who is a chronic smoker, reported that he noticed that his left leg was swollen for about 4 months and that he started to feel pain and cyanoses in the fingers of his right hand 2 days before an appointment. He also reported that he was always healthy and that the start of these symptoms was sudden. Physical examination showed significant edema in the left lower limb and fixed cyanosis in four fingers of the right hand. The laboratory examinations for cholesterol, glucose, hematologic, and creatinine studies were normal. However tests for IgG (26.5 GPL) and IgM (22.6 MPL) anticardiolipin antibodies proved positive. The evaluation of anticardiolipin antibodies levels was accomplished by enzyme-linked imunnosorbent assay (ELISA) for quantitative measurement of IgG or IgM antibodies against cardiolipins in serum. Results were considered positive if values were greater than 10 GPL U/mL and 7 MPL U/mL for IgG and IgM, respectively.
An echocardiogram was normal but a duplex examination of the lower limbs confirmed the presence of deep vein thrombosis. The patient was treated with an anticoagulant (heparin) for 1 week and with oral anticoagulants (warfarin) maintaining the international normalized ratio (INR) between 2 and 3 for 6 month and was advised to stop smoking. He reported that he managed to stop smoking and in the development of the disease he only lost the skin of his fingers. His situation remained stable for 6 months when he started to suffer from lumbar pain on the right side followed by a sudden edema of both of his lower limbs with the appearance of purpuras in the right leg that had a worse edema than the left. Duplex examination and tomography were performed and confirmed the presence of thrombosis in the lower limbs and the inferior cava vein. The patient was treated with the anticoagulant heparin for 10 days and was maintained with oral anticoagulants indefinitely.
DISCUSSION
A patient who fulfils Shionoya's criteria for Buerger's disease (5) and also has positive results for anticardiolipin antibodies is reported. The aim is to emphasize the association of the two diseases, which have a predisposition for thrombotic incidents.
The first question arising in this case is whether the thrombotic episodes are due to Buerger's disease or due to the presence of anticardiolipin antibodies. The second is how to treat: as Buerger's disease or as anticardiolipin antibody syndrome? Another question is if the association can or can not represent a worse prognosis.
The presence of thrombosis of vessels of differing diameters (arterial and venous) is observed in anticardiolipin antibody syndrome (6); however, the characteristic of thrombotic involvement in Buerger's disease is the connection with small and medium arteries, veins, and nerves. However, this disease can affect vessels with greater diameters. In this patient the episodes of venous thrombosis are suggestive of the standard anticardiolipin antibody syndrome and the arterial involvement that of Buerger's disease.
In Buerger's disease, abstinence from smoking is the principal weapon used to control the disease and in anticardiolipin antibody syndrome the option is chronic anticoagulation. This patient stopped smoking and even so presented thrombosis involving large vessels. Was this latest event due to Buerger's disease or due to anticardiolipin antibody syndrome? The different therapeutic approach in the two diseases encouraged us to opt for chronic anticoagulation of the patient.
The new episodes and precocity suggest a more aggressive manifestation of the disease. More prolonged anticoagulation and maintenance of the INR at 3 or 4 are recommended.
The association of the two diseases with a predisposition to thrombosis can represent a worse prognosis and suggest a more chronic treatment than is normal.
